ABSTRACT Four patients with multiple bronchial stenoses are described. Two patients had pulmonary sarcoidosis, the third probably had berylliosis, and the aetiology is unknown in the fourth. Their symptoms included dyspnoea, wheeze, stridor, and frequent chest infections. The bronchial stenoses were demonstrated by tomography, flow volume studies, and bronchoscopy. Corticosteroids were ineffective but improvement followed bougie dilatation at rigid bronchoscopy.
Major bronchial stenoses may give rise to dyspnoea, stridor, and cough with purulent sputum because of recurring chest infections, or to segmental or lobar collapse if the airway obstruction is complete. Such stenoses may be malignant, post-traumatic, or postinflammatory. Tuberculosis is now a relatively rare cause but stenosis is a well-recognised if sometimes overlooked complication of sarcoidosis.1-4 We describe four patients with major bronchial stenoses treated by bougie dilatation.
Case reports CASE 1 This patient was a 41-year-old man (EL). A diagnosis of pulmonary sarcoidosis had been made in 1971 on the basis of bilateral hilar lymphadenopathy, a negative tuberculin reaction, and a positive scalene node biopsy. He subsequently complained of increasing effort dyspnoea and recurrent bronchial infections, despite treatment with oral prednisolone from 1973 to 1978. He presented to this unit in 1979 with dyspnoea walking slowly on level ground, stridor, a fixed wheeze at the left mid zone, and reduced breath sounds at both apices.
Pulmonary function tests showed airflow obstruction with a small residual volume (RV) and total lung capacity (TLC) (table). The flow-volume curve indicated main airways narrowing, which was confirmed on tomography.
At fibreoptic bronchoscopy there were multiple pale, fibrous-looking stenoses but the mucosa was apparently normal. The segmental bronchi of the right upper lobe (RUL) were each narrowed to between 0 5 mm and 2 mm, and the middle lobe (RML) bronchus to 3 mm. The segmental bronchi in the superior division of the left upper lobe (LUL) were each 0 5 mm in diameter, the lingular bronchus was reduced to 2 mm, and the left lower lobe (LLL) bronchus to 5 mm.
At rigid bronchoscopy only the RML and the LLL bronchial stenoses were accessible to dilatation under direct vision; the former was dilated from 3 to 9 mm and the latter from 5 to 9 mm. Bronchial biopsy showed submucosal fibrosis only.
After dilatation there was immediate improvement in pulmonary function ( This patient (RP), a 28-year-old man, presented in 1978 with a six-month history of rapidly increasing dyspnoea, stridor, wheeze, and chest infections. Corticosteroids had not helped these symptoms. A bronchoscopy three months previously had shown bilateral mucosal oedema of unknown cause, and plain radiographs and tomograms had been normal.
On examination he was dyspnoeic at rest and had a loud stridor. Breath sounds were reduced at both upper zones, with widespread inspiratory and expiratory wheezes. A flow-volume curve suggested fixed main airways obstruction (fig), spirometry showed airflow obstruction, and the RV, TLC, and DCO were normal (table). The plain radiograph was normal but tomograms now showed bilateral main bronchial narrowing.
At fibreoptic bronchoscopy the LMB was narrowed to 2 mm, the RMB to 6 mm, and the bronchus We have found that upper lobe stenoses seem to contribute little to dyspnoea as illustrated by patient 1 whose dyspnoea was almost totally abolished by dilatation of the lower and middle lobe bronchi, although the segmental orifices of his upper lobes were each 05 mm or less. This is not surprising since 6 in a healthy and upright subject the upper lobes Volume (1) receive less blood supply than the lower lobes and contribute less to gas exchange. This is important since all four of our patients had upper lobe stenoses which were inaccessible to dilatation via a rigid bronchoscope.
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